Primary hypoparathyroidism is a rare endocrine condition characterised by an abnormally low level of parathyroid hormone (PTH) which has significant effects on calcium metabolism, homeostasis and can have a wide range of clinical manifestations. We report a case of a 43-year-old female who was referred to our emergency department following a witnessed generalised tonic-clonic seizure lasting seven minutes. Blood tests and investigations confirmed a diagnosis of primary hypoparathyroidism. Computed tomography (CT) imaging of the brain revealed rare findings of diffuse bilateral intracranial calcifications affecting the cerebellum, brainstem, basal ganglia, internal capsule and numerous other cortical areas.
Introduction
In an unenhanced CT scan of the brain, hyperdense 
Case Description

Discussion
The most commonly observed intracranial physiological calcification is of the pineal gland, with one study observing pineal region calcification in 68% of participants. This was closely followed by the incidence of calcification of the choroid plexus of lateral ventricles (typically of the atrial portions), observed in 58% of participants [4] . The frequency of calcification of both structures showed a steady increase with age in another cross-sectional study [5] .
Calcification of the basal ganglia nuclei typically appear as a cluster of irregular punctate calcifications that are bilateral and symmetrical [6] . A study investigating calcification of basal ganglia found that the most common distribution of calcification involved the globus pallidus nuclei, solely and bilaterally. The second most common distribution included both the globus pallidus and caudate nuclei bilaterally [7] .
Calcifications of the falx tend to appear as dense flat plaques that are found in the midline between the cerebral hemispheres. Other dural calcifications are typically laminar and are not confined to a particular cortical region. Pathological causes of intracerebral calcification can be classified according to aetiology: congenital, infectious, metabolic, vascular and neoplastic.
The most common metabolic cause is pseudohypoparathyroidism, followed closely by hypoparathyroidism. Whilst the exact mechanism of calcification in both of these conditions isn't fully understood, it is thought that chronic hyperphosphataemia plays a significant role in promoting ectopic cerebral calcification via elevated levels of calcium-phosphorus product [8] . In such metabolic diseases, the distribution of calcification is often diffuse and bilateral, with the most commonly affected sites including the lentiform and caudate nuclei of the basal ganglia [9] . One notable facet of this case is that despite minimal change in the biochemical corrected calcium level between these two presentations that were nine months apart; there was a notable difference in the severity of the presenting symptoms. When the patient initially presented following a seizure; she was noted to have a serum 
